by ephedrine 6 mg and remained satisfactory thereafter. An epidural top-up of preservative-free morphine sui fate 2 mg in 10 ml of normal saline was given and produced good analgesia for 36 hours.
The first sign of a problem was a complaint of inability to flex the right knee 48 hours postoperatively. This weakness had spread to the extensor muscles and the right hip by the following morning, and progressed to involve both legs on the third day, with weakness of the proximal muscles and poor hip movement in particular. There was no complaint of headache or back-pain; bladder function could not be assessed as a urinary catheter remained in place.
Further deterioration was noted on the fourth day, with power assessed as only 115 bilaterally. The picture was of an asymmetrical flaccid weakness of the lower limbs, with areflexia, affecting mainly proximal muscles, with essentially normal sensation. A myelogram was unhelpful, and a diagnosis of anterior spinal artery syndrome with ischaemic myelitis and spinal shock seemed probable.
On day 6, with worsening clinical signs an MRI scan noted that the lower half of L5 and the upper sacrum showed fat replacement, resulting from previous radiotherapy, but there were no cord changes to suggest a vascular incident. An EMG was reported as showing acute and chronic non-specific neurogenic changes suggestive of neuropathy (Guillain-Barre syndrome (GBS) or a cauda equina lesion.
Repeated lumbar punctures had been carried out, and the CSF findings on day 9 confirmed a progressively increasing protein level up to 0.68 g/litre (normal 0.15-0.45), with a white cell count of lImm 3 again suggestive of Guillain-Barre syndrome.
' The clinical signs now appeared stable until day 12 when slight motor improvement was recorded. This continued steadily, allowing the patient to stand with assistance after eight weeks, and walk with a frame after ten weeks, despite a stormy postoperative course which included wound infection, deep venous thrombosis, a heparin-induced thrombocytopaenia and a fractured wrist! After one year, she could walk unaided for short distances. Further improvement in her mobility is anticipated.
DISCUSSION
There are several possible conditions that may have accounted for the onset of paraplegia in this unfortunate patient, but few that are reversible. The first to occur to most clinicians would involve the epidural block, paraplegia being a rare but recognised complication. Usubiaga in his classic review in 1975 collected 54 cases of paraplegia following epidural block, of whom nine showed almost complete recovery. I Of the rest, the vast majority demonstrated very poor and questionable techniques and management. Scott and Hibbard (1990) , in their retrospective study of more than 500,000 obstetric epidurals detected one case of paraplegia, to which the block may have been contributory. 2 The usual mechanism in these cases is thought to be the anterior spinal artery syndrome, 3 where a combination of hypotension and local vasoconstriction from the effects of adrenaline may have reduced the blood supply to the spinal cord. Thrombosis of the anterior spinal artery results in necrosis of the anterior two-thirds of the cord, resulting in largely motor loss. Against the diagnosis, in this case, was the late onset of weakness, which is usually noted on awakening from anaesthesia, or on the first day. Paraplegia has also been reported following spasm of the artery without actual thrombosis. 4 Other causes to be considered were epidural haematoma or abscess (although these did not really fit the clinical picture, and were excluded by myelography and MRI scan) and transverse myelitisan intrinsic inflammation of the spinal cord known to occur after pelvic surgery, often without any clear evidence of the underlying pathology. 5 An acute transverse spinal cord lesion may follow even low-grade pelvic infection, and thrombophlebitis in the pelvis may lead to spreading venous occlusion and spinal cord damage. 5 In this patient previous radiotherapy may have induced vascular changes, increasing the risk of venous thrombosis or infarction. The early clinical picture was similar to that seen in transverse myelitis, except for the absence of sensory changes. 6 The diagnosis finally determined was that of Guillain-Barn~ syndrome, a condition described in 1918 simply as "acute infective polyneuritis", but now known "as an immunopathy with an acute demyelinating inflammatory polyradiculoneuropathy".6 Although about 40070 of GBS patients report a preceding infectious process, such as respiratory infection or diarrhoea, ours did not. Two to three percent of cases however, are known to occur following surgery or trauma 8 after an interval of approximately two to four weeks,9 which is longer than the time course we observed following either the biopsy or the major surgery. The clinical course was fairly typical, with progression of symptoms over 10 to 12 days, before a plateau was reached, followed by a gradual recovery which may take up to six months. 10 The symptoms were highly suggestive of GBS with progressive motor weakness which was relatively symmetrical, and areflexia combined with minimal sensory symptoms or signs. 11 The cerebrospinal fluid findings were also considered consistent, with an elevated CSF protein level after the first week, that rose with serial lumbar punctures, and a low mononuclear leucocyte count (less than 1O/mm 3). 10 The EMG and MRI results, although nonspecific, provided further support for the diagnosis.
Although the development of this case of GBS was probably coincidental and unrelated to either of the two surgical procedures or the associated anaesthetics, it is interesting to speculate on a possible role for spinal morphine in cases of postoperative weakness or paraplegia. It is well recognised in obstetric patients that both epidural and intrathecal administration of opioids and morphine in particular can lead to reactivation of herpes simplex type 1 infection. 11, 12 If this is also true for herpes type 2 virus, then this may be cause for concern, as type 2 infection in the genital and perineal region has been associated with loss of sphincter function, suggestive of direct viral involvement of the cauda equina. 13 To complicate matters still further is the finding that herpes viruses are thought to be frequent triggers of GBS.14 The continued use of epidural morphine may well warrant increased scrutiny for signs of neurological dysfunction.
Although considerable restoration of our patient's motor function is expected over the next few months, recovery from GBS is not always complete, with various neurological deficits occurring. The discovery of a primary tumour 26 years after the appearance of a metastatic deposit with similar histology was an unusual feature of the case.
This report has highlighted once again the need for thorough investigation of any postoperative neurological deficits before they are labelled as sequelae of epidural block or other anaesthetic technique.
